838                     TEXT-BOOK OF PATHOLOGY
In connection with the histological changes in disease, two points
are of importance. One is that the functional activity of a tubule
depends on its receiving filtrate from its glomerulus, and if the
glomerulus is permanently put out of action the tubule undergoes
atrophy. Tubular atrophy is frequently produced in this way. The
other point is that practically all the blood passing through the inter-
tubular plexus has previously passed through the glomeruli. Lesions
in the latter may thus interfere with the blood supply to the tubules
and affect their nutrition. Tubular change may thus be secondary
to loss of glomorular circulation, but as the blood from various glomeruli
mixes in the inter tubular plexus, it is likely that the atrophy of tubules
is due to loss of function in the absence of filtrate rather than to loss
of blood supply,
We have already referred to two types of glomerulo-nephritis, the
ozot&nuc, attended by inoroasod concentration of urea in the blood
and raised blood pressure, and the hydrannic, in which oliguria and
oedema are the outstanding features. We shall now consider some
aspects of these functional disturbances.
Urea retention may result in two chief ways.   In the first place
it may result from a deficient total glomerular filtrata or, in the second
place, it may be due to some disturbance in the process of concen-
tration of urea by reabsorption during the passage of the filtrate
down the tubules.   In order that the blood urea be kept at a normal
level it is essential that a certain amount be continuously removed
and this, of course, can be effected only by sufficiency of glomerular
filtrate.   This in its  turn  implies  sufficient  circulation  of blood
through tho glomeruli.   Interference with blood flow through some
glomeruli may be compensated for by increased activity of others, but
in tho absence of intermittent action of nephrons this compensatory
mechanism is of limited, capacity, and further, in some conditions
practically all tho glomeruli may be affected.   This is evidently the
case in acute diffuse glomerulo-ncphritis, where the extensive intra-
capillary proliferation would soem to imply serious interference with
blood flow and. filtration.   The histological changes in some subacute
cases would point to the same result.   To what extent deficiency of
total filtrate occurs, it is not possible to say ; probably to a less extent
than appears, for in acute nephritis the urine is not only in reduced
volume but may be highly concentrated at first, and this implies ,a
considerable initial volume of filtrate.   Further, if diminished blood
flow were chiefly responsible, the tubules, which receive their blood
supply from the glomeruli, would show more evidence of damage than
they may do in acute glomerulo-nephritis.
There is clear evidence that diminished urinary concentration of
urea may be due to tubular damage. In the normal state, as the
result of absorption of water by the tubules, the concentration of urea
in the filtrate increases in its passage downwards until its concentration
in the urine is reached. This implies work done by the epithelium